The uselessness of antisyphilitic remedies is thus easily accounted for; indeed, they are generally positively injurious in true tabes and general paralysis, because they lower the vital energy in a system which is hypersensitive to the syphilitic virus. The only hope of doing any good is by an early diagnosis of the disease and suppression of all those exciting causes which use up the nervous energy and tend to overturn the normal mnetabolic equilibrium of the nervous structures. Other factors come in determining the location of the degeneration, and although microbial infections and microbial toxamias are not directly responsible for these parasyphilitic affections, yet they may be an exciting agent to the onset of the disease, the aggravation of the symptoms, and the acceleration of the progress of neural decay.
I have often observed when influenza, dysentery, or pneumonia was prevalent in the asylums that a number of general paralytics died after a succession of epileptiform or apoplectiform seizures, and I have found post mortem that they were suffering from one of these morbid infections. Bacterial invasion, secondary or terminal infection of the organs of the body of a non-specific nature, frequently accelerate the morbid process of decay and bring. about the fatal termination.
Syphilis of the Nervous System within Six Years of Infection.
By HENRY_ HEAD, M.D., F.R.S. THERE is scarcely any disease which so directly expresses the pathological changes by which it is produced as syphilis of the nervous system. These changes can be reduced to three: (1) Disease of the vessels, which may lead to hemorrhage or to secondary necrotic changes not in themselves syphilitic; (2) Chronic hyperplastic inflammation; (3) Syphilitic neoplasms.
When we attempt to classify and describe the clinical forms produced by these changes, it is essential to bear in mind that no one part of the nervous system is affected alone; nor is any one process ever alone at work. Within six years of infection, however local may be its clinical manifestations, the disease is widely diffused throughout the nervous system. Hence, in the majority of cases there is some unexpected, some bizarre element which at once suggests syphilis, such as a hemiplegia with facial paralysis of the peripheral type or with radicular sensory changes (Case XVI).
I have gathered together thirty-three cases of men, seen by myself, in whom some nervous manifestations appeared within six years of infection. I have rejected all those where the date of infection was unknown, and have included those only in whom the primary and secondary manifestations were distinct enough to make the diagnosis certain.
The average date for the onset of nervous manifestations was two years and eight months after infection; but five cases occurred within one year. Amongst them the earliest period at which definite signs were discovered was three months; but this patient had suffered from continuous headache since the first development of his chancre.
PRODROMAL SYMPTOMS.
In a large proportion the onset of gross manifestations is preceded by headache-intense, widespread, and usually worst at night. Sometimes it is accompanied by nausea, but vomiting is uncommon at this stage. Sleeplessness is a frequent symptomn. The man becomes changed. A -doctor forgot how to do his morning round, and came back to his house after visiting each patient. In one case, I was told that the ship had been really without a first mate, so useless did a bright young officer become in this stage. The patient becomes irritable, morose or lethargic, lying long in bed and neglecting his work (Case I).
In this stage root-pains attributed to rheumatism or to sciatica are not uncommon. If these, symptoms lead to a correct diagnosis and vigorous treatment, they may pass away entirely, to revive later before the onset of the nervous manifestations which throw the patient into the hands of the neurologist. CEREBRAL SYPHILIS.
I shall not weary you by enumerating the various isolated symptoms and signs produced by syphilis of the brain; for since in every case both vessels and meninges suffer to a greater or less extent, there is scarcely a symptom or sign that may not appear at one time or another. It is by the complete picture, and not by any single detail, that the syphilitic nature of the malady can be suspected. Let me give you shortly a few pictures of the form assumed clinically by cerebral syphilis.
A young man, aged 21 (Case I), who had contracted syphilis four years before, was brought to me in August, 1908, in a highly exalted 5() Neurological Section condition. In March, 1908, he had become lethargic and would not work. But in June he became exalted; he bought motor-cars for which he could not pay and careered about the country at night, behaving in an altogether spendthrift manner. I could find no signs of gross disease beyond an ulceration of bis nasal septum, obviously syphilitic. Before arrangements could be made for effective treatment, he was seized with a series of epileptiform convulsions. He became so violent and difficult to manage that he was transferred to an asylum. In four months he was discharged, but in March, 1909, had two severe fits. I lost sight of him until December, 1909. He then had two more fits, preceded by some months of progressive stupidity. Case I.-In 1904, at the age of 17, a bad attack of syphilis, which was treated intermittently. In 1907 his nose began to ulcerate; no treatment.
In March, 1908, became depressed and would not speak; would not work; lay long in bed. In June, 1908, became exalted. Was out all night, riding about the country in motor-cars he had hired but did not pay for. Sexually greatly excited. Seen by me August 10, 1908. Statements rational, but in no way corresponded with facts; morose in manner. No abnormal physical signs except the ulcerated nasal septum. August 13: Series of epileptiform convulsions; violent; sent to asylum. December 10, 1908: Discharged cured. March 5, 1909: Two severe fits from which he recovered, and his parents refused to have him treated. September, 1909: Began to again become slow and stupid. Seen by me again, December 5, after another series of convulsions; very lethargic; memory defective. No abnormal physical signs; disks clear. Great improvement under vigorous inunction and rest in bed.
This case corresponds closely to that of a patient (Case II) who first came under my care in 1900, and finally died in Claybury Asylum in 1908. Dr. Mott's examination of his brain showed old syphilitic meningitis with universal endarteritis. Case II.-In 1898, at the age of 24, severe attack of syphilis, for which he was treated very irregularly.
In 1900 seen by me for severe headache and inability to work; lay all day in bed. Memory defective. Treated with mercury, and improved. Admitted to hospital November 10, 1901, with the history that for the last few months he had had epileptic attacks. Intelligence had been growing worse; much headache. Left eyelid had drooped. On Some of these patients become slowly demented with transient ophthalmoplegia or hemiparesis, and yet, as in Case III, may recover completely.
Case III.-In August, 1901 , at the age of 21, whilst serving in South Africa, developed a chancre. Was treated for two and a half years with mercury in pills, which he took regularly.
November, 1905: Developed headache and vomiting, which passed away. February, 1906: Headache and vomiting returned, with vertigo. May, 1906: "Stroke"; speech became impossible. Similar attack five days later. October, 1906: Another attack; right half of his face became paralysed; could not write. From that date he steadily degenerated, and when I saw him in June, 1907, he was extremely demented. All memory was gone; he did not know he had served in the war. Could not tell the year, and muddled up the few facts he still remembered of his illness. Pupils reacted to light, and, although he complained of attacks of double vision, there was no ophthalmoplegia. Disks normal; no abnormal physical signs. During the next two and a half years he had four courses of inunction, with massage and rest in bed. He is now absolutely normal, and has recently passed an examination for promotion.
A schoolmaster under my care was suddenly attacked with aphasia four and three-quarter years after infection (Case IV). This passed off slowly, but recurred in similar attacks, preceded by violent headache and accompanied on one occasion by numbness of his right leg. I could find no gross signs, but the condition passed away under treatment with mercury and iodide.
Case IV.-In March, 1903 , at the age of 25, chancre. Eight months later, rash; chronic sore throats. For three years was treated by a well-known specialist with mercury in pills. In 1907 developed a syphilide of the face, for which he was again given mercury. January, 1908: Sudden difficulty in speaking, which rapidly passed off. June, 1908: Violent headache and vomiting. August 9, 12, and -16: Sudden difficulty in speaking, the last attack accompanied by pins and needles in right leg. August 23: Prolonged loss of speech with a peculiar sensation all down right half of body. September, 1908: I could find no abnormal signs except that both knee-jerks were brisk. No Babinski's sign. Disks normal.
True epileptiform convulsions may occur even three years after infection, and are frequently difficult to treat (Case V).
Case V.-In 1897, at the age of 26, developed a chancre. Repeated sore throats. Was treated for eighteen months with mercury by the mouth in pills.
In 1900 he began to have attacks in which he became momentarily unconscious; these did not interfere materially with his work. In February, 1906, he had his first major attack; since then several such attacks, which were always preceded by hours or days of violent headache. Jaw goes over to the right and he then loses his senses. Seen by me in 1907. I could find no abnormal signs in the nervous system; disks were normal. He was depressed but not stupid, and was able to carry on his work as a schoolmaster.
Hemiplegia, with or without aphasia, is a frequent result of syphilis within six years of infection; in one of my cases it occurred within eightteen months of the primary sore (Case VI). Case VI.-In October, 1906, at the age of 27, he developed a chancre, followed by sore throats and a rash. He was treated continuously with mercury, by the mouth, up till September, 1908. April 15, 1908: Numbness of the right arm and leg, followed the same night by a fit and right hemiplegia. Seen by me on September 23, 1908, for right hemiparesis, including face and tongue; irritable, could not find his words; right knee-jerk greater than left, plantar reflexes flexor; no rigidity. October 5, 1908: Whilst under treatment with mercury had a violent convulsive attack, developed total left hemiplegia, and died on October 7 of exhaustion.
These heiniplegias differ greatly in their mode of onset and subsequent behaviour. Usually the patient complains of numbness and gradual loss of power, which, as in Case VII, becomes a complete hemiplegia in about twenty-four hours; or, as in Case VIII, the onset may be sudden and the paralysis may be complete within a few minutes.
In three of my cases where the onset was sudden, it occurred within two years of infection; but, in spite of energetic treatment, none of them improved materially. On the other hand, those hemiplegias which come on slowly yield to treatment in a remarkable manner.
Case VII.-Ex-sailor in the Navy. In 1901, at the age of 21, he suffered from syphilis (chancre).
He was stationed at Chatham in 1906. On September 10 he woke with a left-sided headache, and by 10 a.m. he found he could not speak, but succeeded in getting to London. On his way his right arm became paralysed. The next day, September 11, 1906, he was admitted to the London Hospital. He was then entirely unable to speak, although he could read, write with his left hand, and name objects shown to him in writing. The right arm was weak, but the right leg was not affected. The lower part of the right half of the face was paretic. The tongue was protruded straight. The pupils acted well, and the disks were unaffected. The knee-jerks were normal and equal, and both plantar reflexes were of the flexor type. He was discharged on September 30 completely well. On December 25, 1906, he had a drinking bout, and woke next morning F-12a to find he had lost power in the left leg and arm. He was admitted on December 27 with paresis of the left arm, the left leg, and both sides of the face. The left knee-jerk was greatly exaggerated, ankle clonus was obtained from the left foot, and the left plantar reflex was of the extensor type. The right knee-jerk was brisk, no ankle clonus was obtained, and the right great toe went downwards on testing the plantar reflex. He recovered, and was discharged on January 17, 1907, with some dragging of the left foot and paresis of left arm. On September 24, 1907, he was taken ill suddenly whilst at work, and was re-admitted to hospital on September 28. He now had a complete left hemiplegia and complete motor aphasia. The optic disks were pink, but showed no definite swelling, nor were the edges blurred. The hemiplegia gradually cleared away, leaving slight weakness in the left arm and a slight dragging of the left foot. Speech, however, returned much less completely, and he still has difficulty in making himself understood. The knee-jerks are brisk, the left greater than the right; ankle clonus is obtained from the left foot, but is absent on the right side. The left toe goes up, the right down, on testing the plantar reflex.
Case VIIL-.In July, 1902, at the age of 28, he contracted gonorrhcea, which lasted about two weeks. This was followed by rash and sore throats. There is still a scar at the orifice of the meatus. In April, 1904, he felt dizzy, and within twenty minutes became paralysed down the right half of the body. He lost his speech, but did not become unconscious. Since that time he has shown no material alteration. He is still hemiplegic, his tongue is protruded to the right, the right knee-jerk and wristjerk are greatly exaggerated, ankle clonus is obtained, and the plantar reflex on this side gives an extensor response.
I have once seen pure apraxia (Case IX) affecting the right half of the body within four and a half years of infection. The patient had been vigorously treated by the mouth for three years. A year later he developed enlarged glands and was again given mercury by the mouth. Shortly afterwards he slipped and fell, whether in consequence of a seizure or an accident it was impossible to say; he insisted that he trod o-n a woman's dress when going down the steps. Next morning he went to sleep in his office, and a little later began to dictate nonsense.
Next day he was profoundly apraxic. This condition cleared up entirely.
Case IX. In January, 1905, at the age of 35, he developed a chancre. For six months he suffered MN ith sore throats and developed an erythematous and papular rash. He took mercury by the mouth in pills for three years, under the guidance of a specialist. June, 1909: Developed some enlarged and tender glands and was again put on to mercury by the mouth.
August 11, 1909: Fell down the steps at a station-he says he tripped over a woman's dress; he was quite well that night except for headache. August 12: Went to the city, fell asleep in his office, and after lunch dictated nonsense; was sent home; slept well. August 13: Weakness of right face, arm, and leg; talking nonsense. August 14: Seen by me; profoundly apraxic, no aphasia but speech apraxic; apraxia but no paralysis of right arm and leg; knee-jerks diminished, plantar reflex flexor, disks normal. Recovered entirely under inunction, followed by injections of mercury. I need not delay you with describing the paralyses of cranial nerves, especially the various forms of ophthalmoplegia, which are of such frequent occurrence. Double vision frequently appears amongst the early symptoms, although the final manifestations may consist in a hemiplegia.
SPINAL CORD AND ROOTS.
Perhaps the commonest mnanifestation of spinal syphilis is spastic paresis with or without ataxy. Paraplegia, with a girdle sensation, is not uncommon, and in these cases again we find that the difference in the rapidity of the onset makes a material difference to the prognosis. Where the onset is sudden the prognosis is bad. Thus in Case X, nine months after infection, the patient suddenly lost power in the right leg, and the next morning found that the left leg was also paralysed completely. He was a typical instance of paraplegia without spasticity and with considerable loss of sensation. Two and a half years later he was still bed-ridden and had not altered materially.
Case X.-In January, 1907, at the age of 25, he developed a chancre, followed by a rash all over the body and constant sore throat. Treated for one month with mercury by the mouth in pills.
October 18, 1907: Sudden numbness over right half of body from the armpit downwards and over right leg; two hours later sudden paralysis of right leg; he woke next morning to find his left leg was paralysed and that he could not pass his water. Admitted to hospital on October 19, 1907: Absolute paralysis of motion below the pelvis; loss of sensation to pain, heat, and cold up to above the knees; right knee-jerk abolished, left just obtained with reinforcement; plantars not present, no ankle clonus; reflex incontinence of urine. At this time he showed a squamous and papular syphilide. In spite of treatment he did not recover, and still (1910) remains paralysed.
Contrast this with the sailor (Case XI) who, two years after infection, developed pain in the chest, which cleared up entirely. Five months later, during a similar attack, his legs gradually became weak, and he lost control of his sphincters. This man could not walk and showed all the signs of spastic paraplegia, but is now able to do his work well.
Case XI.-In 1903, at the age of 20, he was attacked with a discharge from the penis, which lasted more than four months and was followed by swelling of the glands. On admission to hospital in 1906 there was a scar on the penis. He was treated at a general hospital. March, 1905: Pains in the chest, especially at night, which disappeared entirely. August 18, 1906: A similar attack, which lasted until three weeks later; his legs became weak, and he had difficulty in holding his water. On attending the hospital in October, 1906, he could not walk without crutches; both legs were spastic and paretic and Romberg's sign was well developed; the knee-jerks were exaggerated, the left more so than the right; ankle clonus and Babinski's sign were present on both sides; pupils and disks normal; sphincter trouble had passed away.
Occasionally the disease manifests itself in a Brown-Sequard paralysis (Cases XII and XIII). In one case the left leg was spastic and paretic, and sensibility to pain, heat, and cold was lost over a great part of the right leg. But, unlike the cases of injury or hammorrhage into the cord, these paralyses due to syphilis never conform strictly to the Brown-Sequard type. Thus in Cases XII and XIII, although one leg was affected with motor and the other with sensory paralysis, ankle clonus and Babinski's sign were obtained fronm both legs.
Case XII. In October, 1905, at the age of 23, he developed a chancre, followed by frequent sore throats; six months later a rash of "small red pimples " was treated by a chemist for seven months.
February 15, 1908: Could not pass water; at night found he could not stand. March 9, 1908: Admitted to hospital; walked feebly, but could stand with feet together; left leg was spastic, and all movements below the knee were feebly performed ; movements of the right leg were good, but the leg was a little stiff; definite loss of sensibility to prick, heat, and cold over the right lower extremity, occupying the sacral areas and the whole of the front of the leg below the knee; tactile sensation unaffected; girdle sensation at level of dorsal II; knee-jerks much exaggerated; ankle clonus from left foot occasionally; Babinski's sign from both right and left feet; could not pass urine. A macular syphilide was visible on the left thigh on admission. After six weeks' inunction he was enormously improved, and returned to work somewhat later.
Case XIII.1-In June, 1902, at the age of 26, he developed a chancre, followed by sore throats and a rash. He was treated with mercury by the mouth for nine months.
In November, 1903, he was attacked with shivering pains in the back and loss of power in the legs, with retention of urine and incontinence of faeces. When admitted to hospital two weeks later there was loss of power in both legs, esDecially the left, and knee-jerks were absent ; sensation to pain, heat, and cold was lost over the right leg, but normal elsewhere. He was I The opportunity of seeing the case and embodying it in this report I owe to the kindness of Dr. Bertrand Dawson. treated with iodide and with inunctions of mercury, and improved greatly.
In June, 1905, when I saw him, the left leg was spastic and showed much loss of power; the right leg was much less spastic and the power was good; sensation to pain, heat, and cold was lost over the whole of the right leg, from the umbilical level downwards (fig. 1) ; tactile sensibility was everywhere perfect; the knee-jerks were exaggerated, the left more so than the right; both plantar reflexes gave an extensor response. He still had some difficulty in starting micturition, but the motions were passed normally. Root-lesions are a frequent concomitant of spinal syphilis. In one instance (Case XIV) of spasticity of both legs, without sensory changes or sphincter' trouble, a superb root-analgesia extended from the back to the front in the region of the eighth and ninth dorsal. I believe such rootlesions are more often present than is usually supposed in spinal syphilis.
Case XIV.-In 1903, at the age of 28, his wife infected him with syphilis. Two years later sores came, without injury, on the left shin and ankle; the scars have the appearance usually produced by syphilis.
In 1906 he began to suffer from a numb feeling in the left side, as if something were gripping him, and found difficulty in walking; steadily grew worse for eighteen months, and since then has remained stationary. In July, 1909, both legs were spastic and paretic, the left more so than the right. No wasting; no ataxy; no iRomberg. Knee-jerks brisk and equal; ankle clonus and Babinski's sign obtained on both sides; sphincters unaffected. The only loss of sensation consisted of an area extending half round the body, as in fig. 2 . Over this area touches with cotton wool were appreciated, butt sensibility to tactile hairs (von Frey) was considerably lowered. Here also a prick was rarely recognized, and sensibility to pain was in many places lost. He was unable to recognize ice and water at 550 C., confusing the two stimuli, but could discriminate 220 0.
FIG. 2. and 400 0.; at the same time, 400 was said to be warmer than 50°C., and 220 C. colder than ice. This is a characteristic condition in lesions of the posterior roots. Treatment with inunction and rest, with, later, a course of iodide, improved his walking somewhat, but the root-lesion remained unaffected.
Disseminated syphilitic lesions are common in the early stages, but no careful observer would mistake such a case for one of disseminated sclerosis on account of the severity of the pains and headache, which do not usually accompany tha't disease.
In one case this condition came on seven months after infection. The speech became slow and slurred; the right arm was tremulous -and weak, both legs were spastic, and the patient was unable to hold his water for any length of time. Here there was no nystagmus, but in another case, where the speech was unaffected and there was no tremor, nystagmus was present.
Case XV.-In March, 1903 , at the age of 24, he developed a chancre, followed by a rash. He was treated for one month only.
In November, 1903, he developed pains in the legs and back, with weakness. of the legs and incontinence of urine and faeces. In December, 1903, the right arm became numb, and three weeks later was paralysed. In November, 1904, his speech became slow and slurred. When seen by me in 1905 his speech was slurred. He had much occipital headache and pains in the neck. Right arm and both legs were spastic, and there was a coarse intention tremor of the arm. The knee-jerks were greatly increased, and ankle clonus and Babinski's sign were present on both sides. He was unable to hold his water for long. There was no nystagmus, and the disks were unaffected.
CEREBROSPINAL MANIFESTATIONS.
As we should expect from the pathology of syphilis, its nervous. manifestations in the same case frequently point to lesions both of the brain and spinal cord. Thus one of my patients (Case XVI), a sailor, not only showed left ophthalmoplegia and right hemiplegia, but, in addition, definite sensory changes pointing to a lesion of the upperlumbar roots. Hemiplegia and paraplegia are a not uncommon com-bination, and many patients with so-called transverse myelitis will be found to have suffered from a lesion of one or more cranial nerves.
Case XVI.-In 1901, at the age of 26, he developed a chancre, followed by a rash.
In December, 1904, he had pain behind the right ear, followed by a complete facial paralysis fourteen days later. In May, 1905, he suddenly became drowsy, went to bed, and next day woke up paralysed in the right arm and leg. In August, 1905, he was admitted to hospital, walking on a wide base, with a spastic gait; he showed a true right hemiparesis, with typical'right-foot drop and weakness of right hand; both knee-jerks were exaggerated, and ankle clonus and Babinski's sign were obtained from both sides; the left pupil did not react to light, there was ptosis of the left lid, and paralysis of the left superiorrectus; at the same time he showed signs of a root-lesion in the left lumbar region and over the anterior portion of the right thigh. Thus this man had:
(1) Right facial paralysis; (2) left ptosis and partial ophthalmoplegia; (3) right. hemiplegia; (4) spastic paraplegia; (5) two distinct root-lesions.
CONCOMITANT SYPHILITIC MANIFESTATIONS.
In two out of thirty-three cases a secondary syphilitic rash was present at the time when the nervous affection appeared. One was a case of Brown-Se'quard paralysis, the other showed the signs of transverse myelitis. A third case, two years after infection, suffered from a rupial eruption during the onset of a paraplegia. Finally, the case of apraxia (Case IX) suffered from a fresh attack of adenitis shortly before the onset of the cerebral symptoms.
TREATMENT.
The majority of cases yield to treatment with mercury, especially when applied by inunction after a hot bath. I have seen four cases where the patient was taking mercury by the mouth in the form of pills, under the guidance of an expert, at the time the nervous manifestations appeared. In one further instance spinal symptoms developed at Aachen whilst the patient was undergoing a full course of treatment, but was allowed to go about. All patients with nervous syphilis should, if possible, be put to bed, overfed, and massaged at the same time as they are treated with mercury by inunction. For in most cases the attempt to get about, or to perform work of any kind, adds to the strain on the affected nervous svstem.
DISCUSSION.
Dr. GORDON HOLMES showed a series of slides, in explanation of which he said that the point with which he would deal was that form which was spoken of as spinal syphilis, or syphilitic spinal meningitis, or meningo-myelitis. He had had the opportunity of performing post-mortem examinations on a considerable number of such cases, which was rare, though the condition was not infrequently diagnosed clinically. The main feature of the cases which he had seen was a thickening of the soft membranes of the spinal cord, which usually produced certain lesions in the cord itself. To only one of those cases, perhaps, could the term "meningo-myelitis " be applied, as in none of the others did the disease directly invade the spinal cord to a significant degree, the cord only suffering by compression and interference with its blood-supply. There were three points to which he would refer and illustrate by slides. The first was that the chief pathological lesion in the cord was a degeneration of the peripheral tracts, and especially in the longer tracts. The three cases shown 61 represented a fair average, and it was seen that the parts which had suffered most were the spino-cerebellar tracts, the direct cerebellar tract, and Gowers' tract. He correlated this with his experience that a considerable number of these cases of spastic paraplegia which result from syphilis present considerable ataxia, which has not the characters of that form due to a lesion of the posterior columns. The second point which the sections showed was that the dorsal columns escaped surprisingly well. He would rather say that, considering the amount of degeneration around the periphery of the ventro-lateral columns, there was remarkably little degeneration of the dorsal columns; and that was more surprising, in regard to the fact that Dr. Mott had emphasized that the dorsal columns were those which suffered predominantly in parasyphilitic conditions; and, secondly, because many authorities, as Nageotte, Obersteiner, and Redlich, have attributed the degeneration of the roots and of the dorsal columns in tabes to meningeal disease. The third point had already been brought out by Dr. Head-namely, the remarkable diffuseness and multiplicity of the lesions in the cases where one could examine the whole central nervous system. He would like to hear the opinions of others on the subject, but in almost every case in which he had seen a cerebral gumma where the full examination of the brain had been possible, there had.been more than one gumma. Secondly, there was rarely a localized meningitis of the spinal cord, and therefore he thought the value of local treatment might be over-estimated. Further, not only was the meningeal disease not limited to any region of the spinal cord, but it generally extended over the whole central nervous system. The third thing which his cases illustrated was that frequently the meningeal disease was associated with softenings, multiple or single, throughout the central nervous system.
Dr. WILFRED HARRIS said he thought the Section should feel much indebted to Dr. Mott, Dr. Head, and Dr. Gordon Holmes for their contributions. Dr. Mott raised one very important point from the point of view of diagnosis, and he would be glad to hear from him an explanation on a point which he was not quite clear about. It was as to the reason-if one could be given-why, in those metasyphilitic conditions, general paralysis and tabes, there should be a positive reaction to the Wassermann test of the cerebrospinal fluid, whereas in more active and definite syphilitic disease of the nervous system, such as cerebrospinal syphilis, the Wassermann was negative in the cerebrospinal fluid. In active syphilis in other parts of the body one found a positive Wassermann in the serum. So long as there was a potential activity of syphilis in the system, so long, it seemed, there would be a positive Wassermann reaction. And one might expect to find it in the cerebrospinal fluid where there was active syphilis in the central nervous axis. But apparently it was not so. Yet in general paralysis and tabes-which later most observers agreed was not an active syphilitic process -the Wassermann reaction was positive in the cerebrospinal fluid as well as in the blood.
Dr. Head had referred to convulsions and epileptiform attacks in the early years following syphilis. That was a very important point, and one which was not sufficiently appreciated. In the last twelve months he had come across three cases of what he would call syphilitic epilepsy one woman and two men arising apparently without cause. And on hunting for a cause, as one should do in epilepsy, especially if there was no evidence of heredity, in each of them he found contracted pupils, which either did not react to light or did so very badly. That gave him the hint that the condition might be of syphilitic origin. But he could get no positive history of syphilis in any of them, though in each there was a very positive Wassermann reaction. W&hat the exact cause of the epilepsy was he supposed one could not be certain, but the strong probability was that it was a diffuse meningitis, one or two irritative patches causing the attacks. Dr. Head also referred to Brown-Sequard paralysis and the clinical signs of the differentiation of sensation, and that it tended to be bilateral. One would expect that; for there would be nothing approaching a pure hemisection of the cord. One could not get such an anatomical lesion in such a diffuse condition as cerebrospinal syphilis; and it was curious that the symptoms of Brown-Sequard paralysis were so clearly marked as they sometimes were. He asked whether others had seen the same as he had, that crossed analgesia did not rise anything like as high as the motor symptoms on the opposite side. He remembered Dr. Head showing a picture of a case of fracture-dislocation of the spine in which that point was referred to. In that case he believed the left arm was more or less paralysed, and there was a level of root anesthesia somewhere round the first dorsal on one side, whereas the crossed analgesia on the other side did not rise within some six segments of that. He had had a case of syphilis in the cord showing Brown-Sequard symptoms something like those in rheumatism, severe p)ain in the neck and down the arm for weeks; the patient then developed severe wasting and paralysis of his left arm, and weakness of his left leg. On examination there was found to be root wasting of the left arm, spastic paralysis of the left leg, but hardly any weakness of his right leg, though certainly increased knee-jerks, total analgesia of the right leg up to the groin, but no higher, the symptoms suggesting that there was a gummatous lesion in the region of the fifth and sixth cervical segments on the left side, and yet the crossed analgesia on the opposite side was no higher than the groin. He had seen similar symptoms in three cases in which the analgesia rose no higher than the groin, although the gumma was probably much higher up. One point on which he had hoped to hear more was the primary tract degenerations in the spinal cord, such as had been described as Erb's syphilitic spinal paralysis, combined sclerosis, etc. He (Dr. Harris) took it that most of the cases of sclerosis arose in the way Dr. Gordon Holmes had demonstrated viz., due to lesions of vessels from a thickening of the lepto-meninges cutting off the blood-supply to the peripheral white matter, and so causing ascending and descending degeneration. But there were records of carefully worked out cases in which there seemed to be primary pyramidal degeneration; and the question was if they were invariably due to some higher lesion, such as Dr. Holmes showed in the pons; or were they cases of post-toxic primary degeneration ? They could not be due to lesions of vessels, to any endarteritis obliterans; they must be either post-toxic or due to some symmetrical lesion higher up. Various cases have been published under the name " Primary tract degenerations." If they were truly primary, that must bring them into line with the metasyphilitic disease namely, tabes. Dr. Head also referred to hyperplastic infiltration of syphilitic new growths, but he did not refer to primarv degenerations, under which he (Dr. Harris) would include cell-degenerations. The evidence proved that there was such a thing as a condition starting subacutely and becoming chronic poliomyelitis. He had seen three such cases, and he thought they might be classed with the cell-degenerations which were met with in general paralysis of the insane.
Dr. GRAINGER STEWART remarked that there was not much to be added to what had already been said. He thought more attention must be devoted to the point made by Dr. Head as to the relationship of epilepsy and syphilis. He had recently come across two cases in which there was no family history of epilepsy or personal history of convulsions in infancy. One was a girl aged 18, and the other a woman aged 23. In the elder patient the fits started when she was aged 15. He obtained conclusive evidence that she had been infected with syphilis, and had been treated for this disease a year before the fits began. He put her upon antisyphilitic treatment and she had greatly improved. With regard to the diagnosis between disseminated sclerosis and disseminated syphilis, he thought that in most cases it was obvious if the history of the case was known and one had been able to watch it. Still, there were many cases in which young people who had had syphilis exhibited symptoms which at first might be attributable to either disseminated sclerosis or to early manifestations of syphilitic lesions. In these cases one was obliged to resort to the examination of the cerebrospinal fluid, or to the Wassermann reaction, because of the importance of giving the patients the benefit of being properly treated from the syphilitic point of view. With regard to Dr. Holmes's remark concerning the treatment of local lesions in syphilis, the point to consider in regard to whether local interference should be undertaken was whether the lesion was causing destruction of the nerve tissues. If there was evidence that it was occurring, one was compelled to advise operation. Dr. Mott had already referred to a case of pachymeningitis in which he thought the patient would have been improved by operation. In cases of paraplegia due to syphilitic spinal meningitis, he thought the presence of root-lesions was a great help in diagnosing the level; and in such cases, provided that antisyphilitic treatment had not done good, one should not wait, but should give the patient the chance of benefiting by an operation undertaken with the view of relieving the pressure upon the cord. Certainly in his experience, in some cases, antisyphilitic treatment had been more beneficial after operation.
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Dr. STANLEY BARNES regretted that more stress had not been laid upon the conditions under which muscles atrophied in post-syphilitic conditions. He had come across many cases in which it was uncertain whether one was treating a syphilitic or a parasyphilitic condition. He had one patient in mind who was under his treatment six months-a young man who within two and a half years before he saw him had acquired syphilis. He had had intense mercurialization, and had had 100 gr. of iodide three times a day, but with no effect in checking the progress of a flaccid paralysis in one arm. It increased so rapidly that seven months from the starting of the weakness he was almost entirely paralysed in the left arm, and the flaccid paralysis was commencing in the other arm. Was that condition a parasyphilitic or a primary syphilitic one? Was it a degeneration of the nerve cells, or was there a coarser lesion which accounted for the condition ? If, as he presumed, it was parasyphilitic, iewas very unusual for it to occur at so early a stage after the syphilis had been acquired. The diagnosis from disseminated sclerosis was sometimes difficult, as in the latter disease root-pain was occasionally a prominent symptom. He had been surprised not to hear more of syphilitic epilepsy, but he was glad to have heard Dr. Grainger Stewart and other speakers refer to it. He had seen eight such cases in the last twelve months, epilepsy occurring in an individual who had had syphilis, but in whom no other mtiological factor than syphilis could be found. And yet he had been sadly disappointed in the results of treatment in those cases. That might be due to the presence of adhesions which had already formed between the meninges and the cortex, causing a permanently irritable focus in the brain. In one such case Jacksonian attacks were present. He had had the gumma excised, but the case still required bromide to keep the attacks under. The attacks while under bromide treatment were only sensory ones, but whenever treatment was relaxed definite Jacksonian attacks still occurred, although the gumma was excised two years ago.
